A patient with multiple erythematous nodules on her posterior scalp presented to our dermatology clinic. Biopsy confirmed the diagnosis of angiolymphoid hyperplasia with eosinophilia. The etiology of this disorder is unclear. Several cases have been treated in the past with complete surgical excision, although the recurrence rate remains relatively high.
CASE REPORT
A 64-year-old Caucasian woman with previous osteoarthritis, anemia, hypertension, and hyperlipidemia presented to the clinic with a 2-year history of recurrent painful nodules on her occipital scalp. She described them as painful lesions with a tendency to bleed spontaneously; she frequently awakened to fi nd blood on her pillow. She denied pruritus, scaling, nonbloody discharge, or any trauma or episodes of infection. Her only medications were enalapril and verapamil. She reported allergies to adhesive tape, sulfa drugs, and penicillin. She denied any family history of cutaneous disorders. A prior excisional biopsy of one of the nodules in March 2012 was reported as angiolymphoid hyperplasia with eosinophilia (ALHE). Her other lesions were subsequently treated with excision as well.
During her current presentation, the patient had multiple coalescing nodules on the medial aspect of her occipital scalp: a 4 mm pink nodule, a 0.5 to 1.0 cm reddish brown nodule, and a confl uent plaque resulting from 1.5 cm coalescing nodules (Figure 1 ). Th ese areas were surrounded by secondary lichenifi cation due to constant scratching or picking. She underwent punch biopsy of two of the nodules, and histologic examination confi rmed the initial diagnosis of ALHE. Th e biopsy showed proliferation of thick-walled vessels in the dermis with prominent, protuberant endothelial cells and nodular infi ltrate of lymphocytes and eosinophils in the stroma (Figure 2 ).
DISCUSSION
ALHE is a benign, locally proliferating lesion, which usually aff ects middle-aged Caucasian women and tends to have a predilection for the periauricular area and scalp (1) . Other common areas of involvement include oral mucous membranes, pharynx, and orbit. Th e lesions tend to be persistent and recurrent erythematous or hyperpigmented dome-shaped dermal papules. Th e nodules can be pruritic or painful and do not tend to resolve spontaneously (1, 2) . Th e nodules are normally 2 to 3 cm in diameter, with rare cases of larger and deeper neoplasms (1, 2) . It is unclear whether ALHE is a reactive or neoplastic disease (3). In its active phase, it can be misdiagnosed as an angiosarcoma; however, eosinophilia is not a usual feature of malignant angiosarcoma (4) .
Histologically, there is both a vascular and infl ammatory component. Th e lesions consist of small blood vessels surrounded by enlarged endothelial cells as well as aggregates of noncanalized, plump endothelial cells (1) . Th ere is a dense perivascular and interstitial infi ltrate of lymphocytes, plasma cells, and eosinophils. Th ere is some evidence for the existence of arterial structures among venules, which may suggest the presence of arteriovenous shunts (3) .
Th e main diff erential diagnosis of ALHE is Kimura's disease, which was originally considered the same entity but is now considered a separate disease process (4). Th ese two conditions are histologically described as lymphoid infi ltration, vascular proliferation, and tissue eosinophilia. However, the clinical appearance of Kimura's disease is consistent with subcutaneous swelling and may not involve erythematous papules or nodules (4, 5) . Some evidence suggests that Kimura's disease is recognized as a chronic, allergic, infl ammatory disease with unknown etiology, whereas ALHE is considered a benign vascular proliferative disorder of unknown origin (4). However, theories about ALHE occurring due to an antigenic response have also been proposed, which overlap the descriptions of Kimura's disease.
ALHE may also be confused with lymphomatoid papulosis, which is a form of primary cutaneous CD30 + T-cell lymphoproliferative disorder (6) . Th e clinical manifestations of lymphomatoid papulosis include recurrent papulonecrotic eruption on the extremities or trunk with hypo-or hyperpigmented scars. Many cases of ALHE have also occurred in the setting of high levels of interleukin-5 and related to peripheral T-cell lymphoma.
Although the etiology of ALHE is unclear, the two main theories suggest a benign vascular neoplasm or an allergic reaction to a variety of agents (7) . A curious immunoglobulin E reticulated pattern is observed with ALHE, consistent with an atopic reaction (7). It is postulated that ALHE can occur due to antigenic stimulation following insect bites, injury, or even administration of tetanus toxoid vaccines; however, no specifi c agent has been solely identifi ed (7) . An association with cryoglobulins in the patients' serum, nonspecifi c renal diseases, and unclassifi ed systemic connective tissue diseases has been shown to relate this entity to an abnormal immunological response (7) .
No defi nitive treatment is reported for this condition. Complete excision can be curative, but recurrences are common. Moh's micrographic surgery with excision of abnormal vessels at the base of the lesion may be more eff ective in reducing recurrences (2) . Intralesional injections of corticosteroids, interferon alfa-2a, and cytotoxic agents have been shown to be eff ective (1) . Other options include cryotherapy, radiotherapy, and laser treatments with pulsed dye or carbon dioxide (1) . Th e laser treatments are designed to target the vasculoproliferative component of this disorder. Th ere have been rare cases of successful treatment without recurrences in patients with coexisting ALHE and Kimura's disease with extended surgical resection followed by full-thickness skin graft (8) . In our case, after presentation at our biweekly multispecialty skin tumor conference, magnetic resonance imaging was recommended to fully assess the depth of the tumor with subsequent microscopically controlled full excision. Angiolymphoid hyperplasia with eosinophilia
